Summary. The 
INTRODUCTION
A decline in reproductive capacity with increasing age can be demonstrated by the reduction in litter size in such polytocous animals as mice (Thung, Boot & Mühlbock, 1954) , rats (Asdell, Bogart & Sperling, 1941) and hamsters (Soderwall, Kent, Turbyfill & Britenbaker, 1960) . It has been shown in mice by Jones & Krohn (1961) and Biggers, Finn & McLaren (1962a) that the change precedes any reduction in the number of Graafian follicles, ovulated eggs or newly formed corpora lutea. Attention has therefore been focused on changes in uterine morphology and physiology as the most likely cause of the decline in fecundity with age (Biggers, Finn & McLaren, 1962b; Finn, 1963) . Krohn (1962) reported that orthotopic ovarian grafts from young into old mice developed satisfactorily and in due course ovulated. The (Talbert & Krohn, 1965) .
Since the investigation began, Blaha (1964a) (Table 3 ) compared with the young-young group apparently did not affect the proportion surviving. There is some slight evidence that ova recovered from donors which were over 600 days of age were less viable than those recovered from mice which were 400 to 600 days old, but this difference is not statistically significant (Table 4) .
Six of the eight old donors which had failed to maintain pregnancy within a 3-month period before they were included in this study provided ova which developed into term foetuses in as high a percentage as did those from the other old donors following transplantation into young hosts.
The uteri of old mice were less able to support pregnancy than were the uteri of young adult mice (Table 2) . Only four old hosts maintained more than two-thirds of the transplanted ova until the 8th day of gestation and in none X Significantly higher percentage blastocysts recovered from young mice (P < 0-01 ). X Significantly higher percentage abnormal ova recovered from old mice ( "<0·05). (Boot & Mühlbock, 1954) and in hamsters (Blaha, 1964b) . However, since the figures rose only from 5% in young mice to 13% in the old mice, it is unlikely to be a major factor in bringing about the initial reduction in litter size. The cause of this small but significant increase in abnormal ova in old mice is not known, but delay in fertilizing the egg is again an obvious possibility. Blandau & Jordan (1941) have shown in the rat and Chang & Fernandez-Cano (1958) in the hamster that eggs which are not exposed to spermatozoa until several hours after ovula¬ tion often develop abnormally. It is therefore possible that the higher percentage of morulae and the higher percentage of abnormal ova recovered from old mice may be due to a common factor.
In mice the uterus clearly becomes less able to maintain pregnancy with increasing age. Similar results have been obtained by Blaha (1964a) Blaha (1964a) , who found that ova transferred from the uteri of old to young hamsters rarely survived until term. Part of the difference is undoubtedly due to the fact that one-sixth of the ova which were transferred in the hamster were delayed in development or were clearly malformed, whereas all the ova transferred in the mouse appeared normal. But apparently normal ova from old hamsters, with few exceptions, also failed to survive, so a major difference between the two studies still seems to exist.
A possible explanation of these conflicting results is that the old mice used in the present study may not have been in as late a stage of reproductive decline as were the hamsters at the time they were investigated. Indeed there is some evidence that the ova obtained from mice over 600 days of age were somewhat less viable than those from younger animals ( Table 4) . It is also conceivable, however, that egg viability declines at a relatively earlier age in the hamster than in the mouse.
Little can be said concerning the nature of the change in ova from old mothers which may reduce their viability. Perhaps the best documented change of this type is the striking increase in mongolism in children of older women which appears to be largely the result of defects in the later stages of meiosis (Jacobs, Baikie, Court Brown & Strong, 1959) . There is, however, no evidence of comparable conditions in mice born of old mothers. Therefore the damage to the egg must be so severe that the zygote is not viable or it does not happen at all. The latter possibility is supported to some extent by Goodlin (1965) , who failed to find any evidence of aneuploidy in the offspring of elderly hybrid mice.
